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unaccompanied by impairment of renal function. If, however, it is
severe such impairment, follows, alon^ with #ross structural changes
in the kidneys, and there is accumulation of urea in the blood, ending
ultimately in uncmia ((joldblatt and others). It seems probable that
the hypertension is brought about by the production of hypertensin
through the interaction of reniu absorbed from ischsemic renal sub-
stance and oca-globulin of the plasma (hypcrtensinogen) (see p. 298).
The results of destruction of the kidney substance by disease vary.
, In cases of hydronephrosis or renal calculi with atrophy and fibrosis
of the kidney substance, and in chronic pyelonephritis, high blood
pressure and cardiac hypertrophy often result. A certain amount of
hypertrophy may be met with also in congenital cystic kidneys. On
the other hand, where there is loss of kidney substance from chronic
suppuration, tuberculosis, or amyloid disease, cardiac hypertrophy
is absent.
(6) In cases where the kidneys are involved as part of a general
arteriosclerosis, the cause of the essential hypertension has already
been discussed (p. 298), We may repeat, however, that the etiology
is still uncertain and that it is not justifiable to regard the hypertension
as of renal origin, as it may certainly occur with a minimum of renal
change. The extensive arterial changes in the kidney, however, will
in their turn interfere with the circulation and intensify the hyper-
tension, a vicious circle being thus established.
(Edema in Renal Disease. (Edema may appear in all stages
of nephritis but the conditions of its occurrence are widely different.
In acute diffuse glomerulo-nophritis, oedema may come on early but
is usually slight; it appears first and is most marked in the loose
tissues where tissue pressure is low, especially around the eyes, which
become swollen and puffy. Swelling of the face after rest in the
recumbent position is sometimes the first symptom to attract the
patient's attention, but after sitting up during the day this may become
less pronounced while swelling of the tissues below the level of the
heart increases, that is to say, renal oedema is not wholly uninfluenced
by gravity. There is at this* stage a slight general oedema of the
connective tissues and also a mild degree of hydrsemia and the weight
of the patient is increased. In cases dying in the early acute stage
severe pulmonary cadema is commonly present, as a consequence of
left ventricular failure in the presence of hydrsemic plethora and of
hypertension to which the heart has not had time to become adapted.
In acute nephritis the oedema fluid is often described as rich in
protein but, as Shaw Dunn emphasised, this is only relative to the
extremely low protein content of the transudate in chronic renal
oedema (0'01-0-04 per cent.). Further, since the fluid is not abundant,
it is difficult to collect it for analysis free from contamination by
serum. By very careful methods Stead and his co-workers have
shown that the cedema fluid of acute nephritis usually contains less
than 0-6 per cent, of protein, i.e. approximately the same amount as